Introduction
The concept of exercise induced inflammatory reaction in man has evolved from studies conducted in the 1970s, showing that strenuous exercise was followed by significant increases in plasma levels of several glycoproteins which are typical markers of the acute phase response to inflammatory or infectious diseases. [1] [2] [3] These findings were confirmed by more recent experimental work where changes in plasma levels of acute phase reactants [4] [5] [6] [7] [8] and trace minerals s'9 have been reported in subjects submitted to various exercise protocols.
By analogy with pathological disorders, 1'11 it was inferred that strenuous exercise could trigger an acute phase response displaying a pattern similar to that found after trauma or during infection. [3] [4] [5] [6] [7] [8] [9] 12 Owing to the development and improvement of techniques for studying the humoral and cellular changes occurring in inflammatory states, convincing evidence that this acute-phase response was due to the production of cytokines during exercise was presented. 7'8 The concept of the inflammatory response to exercise (IRE) was further substantiated by subsequent studies based on the measurement of various humoral and cellular [3] [4] [5] [6] In conclusion, it thus appears that factors kinase (CK), taken as an indirect index of muscle involved in complement activation and the damage. Sprenger et al. 26 examined cytokine physiological consequences of this phenomenon production in well-trained runners covering a remain to be elucidated, distance of 20 km and found that, except for IL-6, cytokines were not detected in plasma but were Cytokine production" The occurrence of exercise present in urine. Moreover, they reported marked induced cytokine production was first suggested by increases in urinary concentration of IFN-3), TNF-, Cannon and Kluger. 4 These authors showed that 
